regions in both cerebellar hemispheres and in the left side of the pons. There was also a small region of high signal adjacent to the right frontal horn.
The patient was admitted. The CSF was clear-31 leukocytes per mm3 (97% lymphocytes, 3% macrophages), protein 0-68 g/L, glucose 3-8 mmol/L (serum 5-3 mmol/L). Oligoclonal IgG bands were present; serum was not tested. High dose intravenous methylprednisolone was given. His symptoms improved over the following week so that on discharge his hearing was normal and the facial weakness was less severe. Slight incoordination of left arm movement persisted.
He remained well until the 3 February 1987, nine months after the original illness, when he developed headache and generalised myalgia. Cotrimoxazole was given. A week later he complained of progressive disturbance of vision and balance, so that five days later he was unable to walk. He was also drowsy. On examination there was an internuclear ophthalmoplegia and first degree vertical nystagmus. There was ataxia in the left upper limb and left upper motor neuron seventh cranial nerve palsy with generally brisk deep tendon reflexes and extensor plantar responses. Tone was increased in the lower limbs.
He was admitted to the National Hospital, where intravenous methylprednisolone was administered (500 mg daily for five days). There was a transient improvement, but by mid March he was again severely disabled. A second course of corticosteroid was given and azathioprine was started (50 mg three times daily). His neurological state improved but in the second half of April he began to vomit episodically. CT on the 13 May showed a large ring enhancing lesion with mass effect and some surrounding oedema in the right frontal lobe (figs la and b).
Cerebral abscess was suspected, but two days later, on aspiration via a burr hole, the lesion was found to contain clear xanthochromic fluid. Cytological study was negative for neoplastic cells. A right frontal craniotomy was carried out 10 days after the first procedure. The cyst wall was removed, together with the surrounding abnormal tissue on the assumption that this was a glioma.
Histology showed an area of complete myelin loss which included the wall of the cyst. The area was separated from the cortex by a thick rim of apparently normal white matter. The border between normal and abnormal myelin was sharply demarcated by a Figure 1 13 Histology showed that the tissue samples from the cyst wall were devoid of neoplasm. The cerebral cortical areas present were well preserved. In the underlying white matter features of myelin breakdown, a large number of foamy histiocytes and also sparse and damaged axons were seen. There was extensive perivascular lymphocytic cuffing around some of the venules. The inflammatory cells were found to be a mixture of B and T lymphocytes and also macrophages. The astrocytic reaction was marked throughout and some multinucleate astrocytes were also seen. The histological appearances were compatible with an acute demyelinating process.
Visual and auditory evoked potential studies were normal post-operatively but there was absence of the post-central N20 component and enhancement of the pre-central P22 component on stimulation of the right median (fig 3a) with central, welldefined low signal regions (fig 3b) . Scans 
The first MRI head scan was reviewed. Many small areas of high signal, discrete from the ventricles, were seen within the white matter of the cerebral hemispheres on T2-weighted sequences. New histological preparations were prepared from the spinal cord biopsy material. Tissue was stained with haematoxylin and eosin, haemotoxylin-van Gieson, Glees and Marsiand silver impregnation for axons and luxol fast blue/cresyl violet.
Histology showed a small fragment of tissue consisting of macrophages arranged in sheets and rows intermingled with less numerous reactive astrocytes. Macrophages were uniformly round or polyhedral with small peripheral nuclei and finely vacuolated -cytoplasm. Astrocytes had abundant homogeneously eosinophilic cytoplasm and peripheral nuclei. Myelin stains revealed no myelin. The silver stain, however, revealed moderate numbers of surviving axons. A small number of blood vessels was included in the specimen. These were not cuffed by inflammatory cells. The histological appearances suggested a subacute/chronic demyelinating process.
The ACTH injections were replaced by a 120 mg alternate day oral prednisolone regimen. Her condition began to improve steadily, and the medication was gradually withdrawn over six months. Eight months later there had been no relapse.
As in case 2, MS cannot be excluded after so short a follow up, particularly since in Orientals the lesions of MS tend to be more destructive than in white groups.3 On the other hand, the numerous small hemispheric lesions sparing the periventricular region would be unusual in MS. 4 
